A six year old girl was admitted to the Kenyatta National Hospital paediatric unit with history of headaches, fever, neck stiffness and paraesthesias of the lower limbs. She was empirically commenced on antimeningitic treatment. Her neurological state deteriorated over a period of two months to paraparesis and paraplegia of the lower limbs with urinary and stool incontinence. A neurology review revealed a sensory level at T10 with power grade 2 in the lower limbs. A myelogram revealed a block of contrast at T12. An impression of cord compression by an intraspinal tumour was made. Laminectomy and posterior midline myelotomy was performed. At operation a greyish -white intramedullary mass lesion was found. Histology revealed a schistosoma mansoni ovum surrounded by granulomatous tissue with giant cells and polymorphoneuclear leucocytes. The child was commenced on paziquantel 1000mg and dexamethasone 24mg per day in divided doses. There was marked neurological improvement and the patient went home one month later. She was able to walk without support and was continent of urine and stool at the time of discharge.
INTRODUCTION
Schistosomiasis of the nervous system is a rare condition with only about 67 cases reported in the world literature to date. Upto 1985 only 52 cases were reported in the world literature(1). Ruberti et al. have reported five cases(2,3) while recently, five cases have been reported from South Africa, three from Egypt and two from Uganda (4) .
Schistosoma mansoni is the most common cause of spinal schistosomiasis worldwide(5), although, S. haematobium has been isolated (6) . In Brazil, 3-4 million people are infected and 30 million are exposed (7) . In Kenya schistosomiasis is endemic especially along the coastal belt and lake Victoria regions (8) (9) (10) (11) (12) .
Schistosoma mansoni eggs were first reported in the spinal cord of a patient who lived in Brazil in 1930 by Muller and Stender(13) . However the first case of spinal schistosomiasis was reported in 1905 by Matumura and Tsunoda in a patient with transverse myelitis due to S. japonicum. The diagnosis of this disease is based on evidence of low thoracic/upper lumbar neurological symptoms, demonstration of schistosomal infection by microscopic or serologic techniques, and exclusion of other causes of transverse myelitis (14) .
Our case report is the first one reported from a slum area in Nairobi, the capital of Kenya. It highlights the need to include schistosomiasis in the differential diagnosis of mass lesions causing cord compression. Schistosoma mansoni has a predilection for the lower thoracic and upper lumber spine T12-Ll (15) .The mode of spread to the spinal cord is thought to be through pulmonary arteriovenous shunts and vertebral venous plexus. The venous plexus of Batson between the pelvic and vertebral venous plexus offers an ideal route of spread as its valveless (16) . The pathophysiology is poorly understood but is considered to be a delayed hypersensitivity type of reaction by the glial cells of nervous system to the egg of S. mansoni (17, 18) .
CASE REPORT
A six year old girl from Kibera, a slum area within Nairobi was admitted to Kenyatta National Teaching and Referral Hospital in August 2003. She gave a history of sudden onset of headaches, neck stiffness, fever and paraesthesias of the lower limbs. An initial diagnosis of pyogenic meningitis was made and the child commenced empirically on antimeningitic treatment. While in the ward the neurological condition deteriorated with paraparesis progressing to paraplegia and loss of deep tendon reflexes in both lower limbs within a week of admission. She also developed urinary and stool incontinence. On examination she was found to have neck stiffness, a sensory level at T10 and power grade 2 in the lower limbs.
Investigations carried out included a haemogram, which revealed a normal white cell count with a lymphocyte count of 35% neutrophils of 65% and an ESR of 16mm/hr. A conventional myelogram revealed a complete block of contrast at T12 due to an expansile mass lesion of the conus medularis (Figure 1 ).
Figure 1

Conventional myelogram showing complete cut-off of contrast at T12
A chest x-ray and a plain lumbar spine X-ray were reported as normal.
On the basis of deteriorating neurological signs and myelogram findings, neurosurgical opinion was sought. Urgent surgical intervention was advised. The child was commenced on intravenous high dose dexamethasone of 8mg three times a day.
Laminectomy of T1l-L1 was carried out and the cord found expanded at the level of the conus medularis. Durotomy revealed an expanded conus medularis completely filling the spinal canal with residual contrast distal to the expansion. Posterior midline myelotomy was performed using bipolar coagulation, and microsurgical dissection. A grayish/white lesion was found at the center of the cord. Gentle excision using micro pituitary ronguers was carried out piecemeal until all the macroscopic tumour was removed. Dural closure was achieved using 3/0 vicryl suture.
RESULTS
The patient was continued on high dose dexamethasone at 24mg/day. Marked neurological improvement occurred in the sensory level within the first week post-operatively. Histopathological results revealed a granulomatous lesion with langhans and foreign body type giant cells surrounding ova of S. mansoni (Figure 2) . 
Ova of S. mansoni surrounded by granulomatous tissue and foreign body type giant cells
The child was also commenced on praziquantel 1000mg and continued on dexamethasone 24mg per day. Two months later she had recovered her sensation and the power in the lower limbs. She had also regained continence of urine and stools. She was able to walk unsurported at time of discharge. She maintained steady progress at follow-up reviews.
DISCUSSION
The rapid improvement in neurological symptoms following surgery is probably attributable to the decompression of the cord and the high dose dexamethasone (24mg/ day first week post-op). Praziquantel 1000 mg was added during the second week. Oxamniquine, which is specific for S. mansoni, is no longer in production as a result of its side effects An intraoperative diagnosis of a probable glioma was entertained in view of the appearance at surgery. The diagnosis of schistosomiasis is based on the history of exposure in an endemic region, the demonstration of eggs in the stool, urine or rectal snipes, the presence of oesinophilia in peripheral blood and the possitivity of serological tests haemaglutination, ELISA, IgG and IgM. Conventional myelography remains the gold standard in demonstrating the level of a mass lesion in spinal cord compression. MRI and CT scanning of the nervous system with contrast in suspected schistosomial myeloradiculopathy have reported typical lesions (19) .
Schistosomiasis is endemic in parts of Kenya particularly the coastal belt and the lake region (8) (9) (10) (11) (12) . It is also to be found in areas that undertake irrigation projects like Mwea, Machakos and the Nyando basin. S. mansoni and S. haematobium are the commonest species in the East African region. The principal intermediate hosts are the Biomphararia and Bulinus snails respectively. Kibera slum area is next to Nairobi dam whose waters have been rendered stagnant by the presence of water hyacinth. Coupled with the poor hygienic and sanitary conditions, the area is ripe for an endemic status categorization. The situation is made worse by the fact that the molusccide treatment programme halted in the 1980s. It is therefore likely that there is a resurgence of schistosomiasis. The prevalence of schistosomiasis in this urban setting needs to be assessed in order to document the extent of the problem and offer the necessary preventive measures.
CONCLUSION
Schistosomal myeloradiculopathy should be considered in patients presenting with cord compression or features of transverse myelitis especially in patients from endemic areas or low social economic settlements. Diagnosis from cerebrospinal fluid studies and stool/ rectal biopsy might obviate the need for surgery especially in transverse myelitis. However in deteriorating neurological conditions, urgent surgical intervention followed by anti-schistosomal drug therapy remains the treatment of choice.
